Objective: To report the case of an 85-year-old man with asymptomatic massive hypertriglyceridemia (MHTG). Clinical Presentation and Intervention: Our case was a non-smoker, healthy 85-year-old Caucasian male, with no excessive alcohol intake and no evidence of an excessive sedentary lifestyle, body mass index = 23.2 kg/m 2 , BP = 125/85 mm Hg and plasma triglyceride (TG) 11,000 mg/dl. The MHTG was an incidental finding at the age of 70. He had no cardiovascular disease, xanthomas, xanthelasmas or keratic precipitate. During the last 15 years, his average TG plasma levels showed a significant variability independent of specific diet treatment and fibrate therapy. Liver ultrasound examination excluded hepatomegaly and fatty degeneration. Carotid artery ultrasound showed only intimal thickening in both carotid bifurcations. Conclusion: In this patient, MHTG had been silent for many years, with no evidence of coronary heart disease and liver fatty degeneration, both typical complications present in MHTG subjects with low high-density lipoprotein. Hence, this case must be considered as a rarity.
Introduction
Massive hypertriglyceridemias [MHTGs; plasma triglycerides (TG) 11,000 mg/dl] are relatively rare genetic diseases of lipid metabolism (prevalence in population = 0.5%). Type I, according to Fredrickson's classification (1/10 -6 ), is caused by lipoprotein-lipase (LPL) and/ or apolipoprotein-CII (ApoCII) deficiency [1] . Type III (1/10 -5 ) is related to an ApoE-linked metabolic defect. Type IV is a common autosomal dominant disease (1/100) due to defective lipolysis [1, 2] and/or very-lowdensity lipoprotein (VLDL) overproduction [3] . The phenotypic conversion from type IV to type V (attributable to endocrine or nutritional factors) is common. MHTGs are rarely related to other pathologies or iatrogenic factors [4] : the more frequent types in the elderly are diabetes mellitus and nephropathy. The usual MHTG symptoms are abdominal pains, fatty liver degeneration (steatosis), hepatosplenomegaly, cholelithiasis, excess fat in the retina (lipemia retinalis) and tuberous eruptive xanthomas. Main complications are acute pancreatitis and coronary atherosclerosis, particularly in type IV subjects with low plasma high-density lipoprotein (HDL) level [5, 6] . Recent studies attribute an important role to TG in atherogenesis and atherosclerosis-related diseases [7, 8] .
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Case Report
This case report concerns an 85-year-old Caucasian male. MHTG was discovered at the age of 70 during presurgical examination for cholecystectomy. He had no history of cardiovascular disease or familial dyslipidemia. His relatives were long-living ( fig. 1 ): no one from either the father's or the mother's side had diabetes mellitus, cardiovascular disease or severe dyslipidemia. He was a non-smoker, with a body mass index of 23.2 kg/m 2 , who imbibed a limited amount of alcohol and led an active physical life. His blood pressure was 125/85 mm Hg and he had no xanthomas, xanthelasmas or arcus cornealis (gerontoxon). No pathological signs were found during both physical and neurological examinations. Blood samples were taken after a 12-hour fasting. Analyses were carried out according to the program for research laboratories specified by the National Reference System for Cholesterol by standard automated methods for lipids and turbimetric methods for apolipoproteins (table 1) [9] . Chylomicron and VLDL plasma detection was carried out after a 24-hour storage at 4°C by density gradient ultracentrifugation [10] . VLDL were particularly rich in TG (80-85%), while LDL and HDL had a normal/high content of 45 and 9%, respectively. During the last 15 years (1970) (1971) (1972) (1973) (1974) (1975) (1976) (1977) (1978) (1979) (1980) (1981) (1982) (1983) (1984) (1985) , average plasma levels of his TG varied significantly (862-3,291 mg/dl) and were independent of appropriate dietetic (55% carbohydrates without simple sugars, 20% proteins, 25% lipids with an unsaturated/total fatty acid ratio = 0.8/l) and pharmacological treatment (fibrates, omega-3 polyunsaturated fatty acids). Natraemia has often been classified as border-line low (138.05 B 0.34 mmol/l). Liver, pancreas and kidney functional parameters were within the normal ranges.
Ultrasound examination of liver and pancreas revealed no abnormalities; hence, hepatosplenomegaly and steatosis/fatty degeneration were excluded. Nephropathies were excluded by the constant monitoring of plasma creatinine and urinary protein levels that were also found to be within the normal range, and routine electrocardiogram results were normal. Diabetes was excluded by finding that HbA1c plasma levels and postprandial glucose levels had always been in the normal range. Carotid arteries examined with a high-resolution carotid ultrasound method (Biosound, Indianapolis, Ind., USA), capable of detecting minimal lesions in the intimal thickness [11] , showed only intimal thickening of 0.9 B 0.2 mm at both carotid bifurcations. The high/normal apolipoprotein B (ApoB) plasma level combined with the low LDL-C level suggested the presence of small, dense LDL particles that were reminiscent of subnormal intravascular TG hydrolysis. One of the many possible causes of such a profile is partial LPL deficiency caused by a mutation in the LPL gene. The pharmacological resistance to fibrates and diet, typical of subjects suffering from LPL deficiency [6] , supported this hypothesis. Unlike other cases described in the literature, it is important to point out that, in this patient, MHTG had been silent for many years and that it had not caused the typical complications present in hypertriglyceri- Fig. 1 . Propositus' family tree. Boxes = Males, circles = females, \ = died, ' = propositus, numbers denote the age of death or the actual age. 
Conclusion
In this patient, MHTG had been silent for many years, with no evidence of coronary heart disease and liver fatty degeneration, both typical complications present in MHTG subjects with low HDL. For these reasons, this case should be considered a rarity.
